1 some additional interesting material has come to light. There is extensive correspondence on the amount of compensation to be paid by the Government for the damage suffered, not only for the building but also for each and every item lost. Letters of sympathy were received from the other Belfast Hospitals, together with practical offers of assistance. The Royal Victoria Hospital offered two beds in each female surgical ward plus ten beds in the gynaecological ward - a total of twenty beds. There was also an offer of nurse training. A similar offer also accompanied the Royal Belfast Hospital for Sick Children's "very cordial invitation to the members of your Medical Staff to make all possible use of our Wards and Theatres for patients they wish to admit, under their own supervision, for treatment or operation".
The Samaritan Hospital suggested handing over a twentyone bedded ward which was accompanied by a detailed contract of the costs to be paid by the Ulster Hospital (£2.10 per patient per week). In reply the generous offer was turned down " . . . in view of the fact that we have received other offers of assistance from hospitals in Belfast, we do not feel justified in entering into an arrangement from you on the terms proposed". In the event facilities became available at a disused school at Haypark off the ormeau Road and while the generosity of the other hospitals was appreciated it was not necessary for the staff to use any of the facilities which were offered. Nevertheless the correspondence shows that there was a close and generous relationship between the hospitals in Belfast at that time. It is infrequently seen in developed countries in chronic alcoholics or rarely in anorexia nervosa.
CJH LoGAN
Case History: A 57 year-old chronic smoker and alcoholic, suffering from pulmonary Koch's and peeling dermatitis, had presented with confusion, involuntary flinging of legs and irresistible grasping of hands. Bladder-bowel functions were normal. Besides pallor, beefy tongue and polymorphic ronchi, physical examination was unremarkable. Neurological examination revealed rigidity and weakness in all four limbs, brisk reflexes, bilateral up-going planters, positive sucking and grasp reflex. Dermatological examination showed peeling dermatitis with erythema and pigmentation (Fig 1) . Medication consisted of asthalin, rifampicin, isoniazide, pyrazinamide, ethambutol and multivitamin. Except 9.8gm% haemoglobin, routine plasma glucose, electrolytes, renal and liver function tests were normal. Chest x-ray and abdominal ultrasound showed emphysematous lungs and hyperechoic 16cm fatty liver. Computerized tomography of brain was normal.
Discussion: Antitubercular drug induced pellagra encephalopathy has never been described in the literature as opposed to that caused by chronic alcoholism and diarrhoea. We presenting an interesting case of full blown pellagra with cutaneous and neuro-psychiatric manifestations possibly caused by isoniazid-pyrazinamide and alcohol, treated with intravenous niacin leading to a dramatic recovery. Nicotinic acid dinucleotide and nicotinic acid dinucleotide phosphate, derived from dietary tryptophan, are essential co-enzymes in metabolism of intestinal, epidermal and more electronsensitive neuronal cells. Pellagra is common in raw-spirit drinkers of rural populations in the Third World whose staple diet is niacin deficient jawar or maize with inadequate animal protein, fruits and vegetables. Secondary deficiency of niacin occurs in malabsorption and carcinoid syndrome, cirrhosis of liver and Hartnup disease. Prolonged therapy with Figure 1 . Peeling dermatitis of pellagra pyrazinamide, isoniazide, 6-mercaptopurine and 5-flurouracil may also result in pellagra like syndromes. Pyrazinamide and isonicotinic acid hydrazide (INH) are structural analogues of niacin and can depress endogenous niacin production by feedback inhibition or substrate competition. INH impairs the functioning of pyridoxine, a cofactor in tryptophan-niacin pathway and inhibits the niacin synthesis leading to pellagra.
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Dermal pathogenesis reveals lowered collagen and urocanic acid content, serving as a filter for ultraviolet radiation, may cause photosensitive pellagra dermatitis. Chromatolytic changes are found in Betz cells of motor cortex. Similar cerebellar changes, optic neuropathy and cerebral deficit seen in pellagra encephalopathy may not resolve completely even with high doses of niacin. The diagnosis of pellagra is clinical. Laboratory diagnosis by fluorometric assay of urinary metabolites (2-pyridone/ N-methylniacinamide ratio less than 2.0) is not unequivocal evidence of pellagra. The recommended daily allowance is 10-20mg/day. Since niacin causes flushing, headache, burning and tingling sensations, niacinamide is prescribed orally (300-500 mg) and parenterally (100 mg per day) in divided doses. Neuropsychiatric manifestations are relieved dramatically overnight. Topically zinc oxide and para-aminobenzoic acid ointment may be advised.
Conclusion:
Physicians should be aware of such cases and should treat any "sick" person with unexplained skin, neuropsychiatric changes or gastrointestinal complaints with safe, inexpensive doses of niacin. Benign signet ring cells in the subserosa of the small intestine: a pseudoneoplastic phenomenon Editor,
Aggregates of non-neoplastic signet ring cells have been previously described in the small intestine mucosa in ischaemia 1 and in association with Peutz-Jeghers polyps, 2 and in the colonic mucosa in ulcerated adenomas 3 and pseudomembranous colitis. 4 They are an uncommon finding that may be mistaken for signet ring cell carcinoma.
A similar phenomenon has also been identified outside the gastrointestinal tract. 5, 6, 7 We report a case in which nonneoplastic signet ring cells in the subserosa of the small intestine could potentially have been mistaken for signet ring cell carcinoma. As far as we are aware, benign signet ring cells mimicking signet ring cell carcinoma have never before been described in the subserosa of the intestine.
CASE REPORT A 76-year-old man presented with subacute bowel obstruction. Three years previously he had an extended right hemicolectomy for colonic adenocarcinoma. His past medical history included ischaemic heart disease and an abdominal aortic aneurysm. A barium enema showed a tight stricture, proximal to the point of previous anastamosis, suggestive of an obstructing tumour. He subsequently underwent laparotomy, resection of the strictured intestine and ileocolic anastamosis.
The surgical specimen consisted of 28cm of small intestine anastamosed to 3cm of large intestine. The distal small intestine was concentrically strictured adjacent to the point of anastamosis. Fibrinous exudate was present on the serosal surface and the small intestine wall was thickened. There was shallow mucosal ulceration in the strictured area.
Multiple sections were examined histologically. These showed features of an ischaemic stricture. There was mucosal ulceration and the submucosa was lined by inflamed granulation tissue. There was also fibrosis of the submucosa and subserosa. Where the mucosa was intact there was hyalinisation of the lamina propria. However, in several sections there was an abundance of cells with signet ring morphology localised to the subserosa (Figure 1 ). We were immediately concerned that these cells represented locally recurrent or metastatic signet ring cell carcinoma.
We reviewed the histology from the initial case. This was found to be an adenocarcinoma with an intestinal pattern and there was no signet ring differentiation. In addition we performed immunohistochemistry. The signet ring cells were negative for the epithelial markers CAM5.2 and AE1/AE3. We concluded that these cells were in fact not malignant and are a non-neoplastic mimicker of signet ring cell carcinoma. Fig 1A. Subserosal signet ring cells in groups and singly dispersed.
